Dear Sir,
We have no definite explanation for this potentially catastrophic event [2] . However, adrenaline's effect on pancreatic A and B cell function is well known, with suppression of insulin release and stimulation of glucagon via the a and/3 adrenergic systems. Although we have no proof of hyperglucagonaemia, the inappropriately low serum insulin was involved in producing the hyperosmolar state. Subsequent glucose and arginine tolerance tests gave no indication of pancreatic A or B cell dysfunction. Nevertheless, a latent defect in B, and possibly A cell function secondary to an adrenergic imbalance could be postulated. Adrenergic influence on basal and stimulated insulin secretion has been well documented in man, and precedence for the clinical relevance of adrenergic imbalance are reports by Robertson et al. [3] and Podolsky and Pattavina [4] . It is important to note that our patient had a rapid onset as opposed to the more usual insidious development [5] . The facts that symptoms occurred before the administration of aminophylline, that the quantity of aminophylline received was limited and that aminophylline does not alter blood glucose levels in man [6] , suggest that aminophylline toxicity did not play a role in this child's hyperosmolar state or seizure activity [7] .
This case extends the suggestion of a previous report [4] that an adrenergic imbalance plays a role in some cases of hyperglycaemic hyperosmolar non-ketotic coma, that the diabetogenic effect of adrenaline may be significantly enhanced in certain individuals with adrenergic imbalance, and that severe impairment of carbohydrate metabolism can occur in a child without evidence of residual glucose intolerance. Yours sincerely, W. H. Hoffman and S. S. Fernados
